SUMMARY Aplastic and hypoplastic crises are well recognised complications of sickle cell disease. Recent evidence has shown that most of these crises are caused by parvovirus infection. Five cases of aplastic or hypoplastic crises in patients born and living in this country were studied. Three patients had clear evidence ofparvovirus infection, while in two evidence of parvovirus infection was lacking. One patient had evidence of concurrent parvovirus and Mycoplasma pneumoniae infection. Recurrent crises may occur, and reticulocyte monitoring during infection in patients with chronic haemolytic states is therefore important.
Aplastic and hypoplastic crises are well recognised complications of patients with erythroid hyperplasia due to congenital haemolytic anaemias and haemoglobinopathies. Reports that an aplastic crisis was an apparently unique event in patients with haemolytic anaemia and that the incidence of crises in cases tended to occur in clusters, suggested that a single infecting agent might be responsible for initiating the aplastic crisis. Nevertheless, various microbial agents have been reported in association with aplastic crisis.
Recently, however, Pattison et alt 2 showed the close association of parvovirus with aplastic crisis and, consequently, considerable doubt has been thrown on the validity of previous reports of aetiological agents. It has been suggested, therefore, that parvovirus infection may be the unique prelude to this haematological phenomenon.3 We describe five cases of aplastic and hypoplastic crises in patients with sickle cell anaemia and discuss the aetiology. These cases occurred during the last four years in a relatively stable population of 200 patients with sickle cell disease and 20 with other haemoglobinopathies.
Case reports CASE I
A thirteen year old boy with known Hb SS disease was admitted to hospital with a 24 hour history of generalised pain (including abdomen and limbs) and fever. On examination he was febrile and jaundiced with slight left hypochondrial tenderness. HepatoAccepted for publication 16 October 1985 splenomegaly was absent. His haemoglobin concentration, which was usually 7 0 g/dl, was 7 5 g/dl and reticulocyte count, usually 12%, was 7%. After admission he remained febrile for several days. His haemoglobin concentration fell to 5 g/dl and his reticulocyte count to zero (Fig. 1) . He was transfused and subsequently made an uneventful recovery. No obvious infecting agent was found in spite of extensive bacterial and virological investigations. Parvovirus was detected by electronmicroscopy in blood taken during the aplastic crisis (Fig. 2) Brownell, McSwiggan, Cubitt, Anderson examination she was pale and febrile with signs of right basal consolidation. Lobar pneumonia was confirmed on chest x-ray. On admission her haemoglobin, which had previously been 11 6 g/dl, was 10-9 g/dl and the reticulocyte count, previously 13%, was 1-5%. A pneumococcal infection was suspected, and she was treated with erythromycin as she had a history of allergy to penicillin. Chloroamphenicol was added after 48 hours as she failed to respond to initial treatment. Her fever and other physical signs then rapidly resolved. During this recovery period there was a considerable fall in haemoglobin concentration to 6.4 g/dl. Platelets fell to a low of 96 x 109/l. Fig. 4 shows the subsequent course. During this period there was no increase in splenic size. Recovery from this phase was associated with a severe reticulocytosis.
No evidence of pneumococcal infection was found, and the pneumonia was shown to be due to Mycoplasma pneumoniae infection. In addition, parvovirus IgM was evident in the sample taken on the day of admission, showing that this child had a concurrent Mpneumoniae and parvovirus infection. In spite of extensive microbiological investigations, including blood, throat, stools, urine, and cerebrospinal fluid culture, no likely bacterial agent was found. Standard viral cultures and serological tests yielded negative results. Parvovirus IgG and IgM were not detected in serum taken two weeks after the aplastic crisis. CASE 5 A twenty two year old man with known thalassaemia intermedia who had had his spleen removed at the age of seventeen was admitted to hospital with a three week history of fever, haematuria, dysuria, and loin pain. On admission he was febrile (39 20C) with right hypochondrial and loin tenderness. His haemoglobin concentration, which was usually 8-4 g/dl, was 7-2 g/dl with a reticulocyte count of 1 1% and a total nucleated red count of 36-2 x 109/l. He was initially treated with cefuroxime. A strain of Escherichia coli sensitive to this antibiotic was isolated from the blood and urine. The patient's temperature, however, failed to settle, and gentamicin was added. On the fourth day of admission his haemoglobin concentration dropped to 4.9 g/dl, the reticulocyte count to 1%, and total nucleated red count to I -x 109/l (Fig. 6) This A4 sized paper back is written by someone who does not state her qualifications and training in this field. This is important at a time when young dermatologists in the United Kingdom are being encouraged to take a greater interest in dermatological surgery. The borderline between dermatological and plastic surgery is poorly defined, and in this particular text there are a surprising number of black and white illustrations (some of indifferent quality) of facial procedures, including procedures around the lips and eyelid. Not all dermatologists would feel that these belong in such a text.
After three chapters on biopsy planning and anaesthesia the author describes punch, currettage, and elliptical excision biopsy techniques-in this order. This no doubt reflects the American enthusiasm for punch rather than elliptical biopsies. There then follow three useful sections on wound closure, wound improvement technique, and dressings, which include tables that are duplicated 40 pages on at the end of the book.
At £24 the book is relatively expensive. The Thursday session will cover the policy of the DHSS and its impact on the service specialities, the allocation of resources, the management of laboratories, and the need for information technology and performance indicators. The Friday morning session will cover future trends dealing with each discipline in turnnamely, histopathology, clinical chemistry, microbiology, haematology, and forensic pathology. There will also be sessions dealing with the future ofprivate practice and on the effects of training, teaching and research. Dr H Derman will speak on the changing role of the pathologist in America and the programme will probably include a similar lecture dealing with pathology in Europe.
Speakers September 10-12, 1986 Although covering image analysis using large systems, many of the contributions will describe the use of small micro based systems suitable for use in a district general hospital. One session will be devoted to flow cytometry. The emphasis throughout will be on clinical applications and clinical usefulness. The programme includes invited expert guest speakers: Bahr (USA); Watson (UK); Ploem (Netherlands); Wied (USA); Aver (Sweden); Baak (Netherlands); Stenqvist (Sweden); and Collan (Finland).
There will also be a wide range of proferred papers and poster demonstrations, particularly on the applications of morphometry to gut, bone, breast, lymphoreticular and urogenital pathology. A pleasing feature of the proferred papers are the contributions correlating structure and function, which is an ideal aim for clinical pathologists.
A limited number of places now remain for attendance at the symposium. These will be allocated on a strictly first come, first served-basis.
Further details may be obtained from: Miss Elaine Gill, Gill Medical, 429 Tam 
